In 10 of 16 domestic cats with spontaneous non-suppurative encephalomyelitis. lesions were multifocal but relatively few and were considered nonspecific as to cause. although viral agents could not be excluded. Six cats had polioencephalomyelitis or polioencephalitis suggestive of viral infection. The clinical and morphological features are compared with those of previous reports of feline encephalitis possibly of viral origin. Some previously reported epidemiological and serological surveys suggest a possible role for arborviruses.
Results
The cats were placed into two groups according to the nature of the lesions. Clinical signs and extraneural lesions are presented in tables I and 11. The topographical distribution and intensity of lesions are presented in tables 111 and IV.
All 10 cats of group I had very mild meningoencephalitis or encephalitis. The ' N.A. = not available lesions were few to moderately numerous, were disseminated in seven cats but mainly focal in three, and were slightly more common in the cerebral cortex and basal nuclei, although the white matter was involved as well. All cats had small perivascular infiltrates with lymphocytes and monocytes, and nine cats had lympho-histiocytic meningitis. All cats had microgliosis, either nodular or both nodular and diffuse.
There was no evidence of neuronal degeneration, neuronophagia. or demyelination in any cats in group I. The six cats in group I1 had polioencephalomyelitis or polioencephalitis (the spinal cord from cat 11-5 was not available). Generally the most severely involved areas were the medulla oblongata and the spinal cord gray matter. In cat 11-5 the lesions were more severe in the cerebral cortex and hippocampus. Cat 11-3 also had severe lesions in the midbrain and cat 11-4 in the hippocampus. In cat 11-2 the lesions were equally severe in most gray matter areas. There were usually a few dispersed mild lesions outside the sites of predilection mentioned above. The lesions varied among individual cats in number and intensity, but were similar in nature. All cats had neuronal degeneration and microgliosis which was either nodular or both nodular and diffuse ( fig. 1 ). There was neuronophagia in cats 11-3, 11-4, 11-5, and 11-6 ( fig. 2 ). The destructive lesions were accompanied by perivascular cuffs usually comprised of lymphocytes and monocytes ( fig. 1 ). All cats, except cat 11-1, also had a mononuclear meningitis consisting of multifocal accumulations of lymphocytes, monocytes and, in cat 11-3, also of plasma cells. Cats 11-1, 11-2, and 11-3 had diffuse degeneration of myelin sheaths and axons ( fig. 3 ) in the ventral and lateral funiculi of the spinal cord, but the dorsal funiculi were spared. Similar changes were present in the ventrolateral fiber tracts of the medulla in the same three cats, in the corona radiata and capsula interna in cats 11-1 and 11-3 and in the corpus medullare of cats 11-1 and II-2. The white matter changes were considered to be wallerian degeneration resulting from neuronal lesions.
Discussion
It is doubtful that the encephalitis in group I cats is merely a milder form than that in group 11. Because of the lack of striking specific changes, a direct comparison of group I cases with other reported cases of non-suppurative encephalitis in cats is difficult. This is not true of cats in group 11, which had a polioencephalomyelitis strongly suggestive of neurotropic viral infection [ l , 71. The lesions in cats 11-1, 11-3, 11-4, and 11-5 were somewhat similar to those in dogs and cats with rabies caused by infection with street virus [2, 101 (R. Fatzer, personal communication). Although Negri bodies may be missing in confirmed cases of rabies, especially in carnivores, the lack of these inclusions in all six cats as well as a lack of typical clinical signs makes a diagnosis of rabies highly improbable.
In pseudorabies there is pruritis and an acute course terminating in death. The polioencephalitis in pseudorabies is characterized by microabscesses and Cowdry type A inclusion bodies [6, 8, 141 . The clinical and pathological features in our cats were not compatible with a diagnosis of pseudorabies. 
Encephalomyelitis in Cats
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Encephalitis has been reported in association with spontaneous viral infections in cats with parvovirus [3] , calicivirus [ 161, and herpesvirus [ 131, and has been induced experimentally with Newcastle disease virus [ 171, the virus of Near Eastern equine encephalomyelitis (4, 51, and human poliovirus [22] . In all these reports, neuropathological or clinical data, or both, are either meager or unavailable, or are obviously dissimilar to those in our cats and other reported cases of polioencephalitis in cats [9, 15, 20, 231 . Consequently, speculation as to a possible role of the aforementioned viruses as causative agents in our cats and the others reported seems pointless.
Polioencephalomyelitis of unknown cause, but suggestive of viral origin, has been reported in domestic cats as well as in larger cats in North Africa, Ceylon, Europe, and the United States [9, 18, 19, 20, 231 . In each of these reports, several cats with closely related lesions were described, and the lesions in our cats were similar. Lesions in three of our cats with degeneration of the ventral and lateral columns of the spinal cord closely resemble those previously described in the United States [23] . Although qualitatively similar, there are some differences in distribution and intensity of the lesions in our cats from those in previous reports. Clinical and morphological features common to all previously reported cases and to most of our group I1 cats are: neurological signs of spinal ataxia with a subacute to chronic course; a protracted clinical course and even partial recovery in several cases; lesions resembling neurotropic viral infection without consistent extraneural lesions; and consistent involvement of the gray matter in the brain stem and spinal cord. In none of the reported cases has a specific cause been determined. Virus isolation attempts by tissue culture and animal inoculation using central nervous system material from large cats with polioencephalomyelitis were unsuccessful despite repeated efforts [9, 201 . Serological tests for several known viral infections were negative, and attempts to incriminate non-viral agents were unsuccessful also [20] .
At present, no specific virus can be regarded as most likely to cause spontaneous polioencephalomyelitis in cats. It is suggested that any of the arborviruses indigenous to the geographical areas from which encephalitis in cats has been reported might be worthy of further investigation, since epidemiological studies have shown that mosquitoes feed on cats [ 12, 211, and that hemagglutination-inhibiting antibodies to Japanese encephalitis virus have been found in the sera of cats [Ill. If definitive information is to be obtained, serological and virological studies are necessary in cats with clinical signs of encephalomyelitis.
The clinical and pathological findings in our cats, especially those in group 11, have many similarities to those of various reports of polioencephalomyelitis in felidae that suggest viral infection. It is possible that these reports represent a disease entity caused by similar if not identical agents.
